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Learning objectives

ldentify the named viral causes and the source-defined acute nasal morphology.

Explain how edema, enlarged turbinates, and catarrh form a coherent clinical
syndrome.

Distinguish rapid uncomplicated recovery from local spread and bacterial
superinfection.

Compare acute infection with allergy, chronic rhinitis, sinusitis, and COVID-19.




Infectious rhinitis 1s the common cold

e An acute viral inflammatory disorder centered in the nasal mucosa.

e Profuse catarrhal nasal discharge is a defining manifestation.

e Most episodes resolve rapidly rather than evolving into persistent disease.

Viral infection — Nasal inflammation — Catarrhal discharge




The nose lies within a continuous upper airway

e The nose, pharynx, and larynx within the upper airway.

e Nasal inflammation may extend locally to pharyngeal and tonsillar tissues.

e The anatomic location explains the distinction between rhinitis and pharyngotonsillitis.

Nasal cavity — Pharynx — Larynx

Contiguous upper-airway compartments (schematic)




Nasal inflammatory diseases are common

e The common cold is among the most frequent disorders of the nose.

e Inflammation also affects the accessory air sinuses.

e Viral disease is usual; Superimposed bacterial infection may modify its course.

[ Nasal inflammatory disease }

—— T

Viral rhinitis Bacterial complication Sinus involvement




Infectious rhinitis belongs to a wider differential

e Acute infectious rhinitis represents one nasal inflammatory pattern.

e Allergic rhinitis, chronic rhinitis, and nasal polyps are nearby but distinct entities.

e These conditions can share swelling or discharge without sharing a cause.

Infectious Allergic

Chronic Polypoid




More than one virus produces the same syndrome

e Multiple viral causes, not a single cold pathogen.

e Adenoviruses, echoviruses, and rhinoviruses are named major offenders.

e A common mucosal phenotype across these agents.

Adenoviruses Echoviruses Rhinoviruses




Named etiologic agents are examples—mnot a unique test

e The viral list establishes etiologic heterogeneity.

e The section does not assign pathogen-specific nasal gross lesions.

e Therefore, the observed mucosal appearance alone does not identify which named virus is
present.

-

Multiple viral causes No organism-specific gross pattern

Shared inflammatory pattern No source-defined diagnostic cutoff




Viral disease and secondary bacteria are different stages

e The initial common-cold process is viral.

e Bacteria may subsequently superinfect inflamed mucosa.

e Secondary infection intensifies inflammation and changes the exudate.

Primary viral rhinitis —> | Superimposed bacteria |—  Enhanced inflammation




Viral infection 1nitiates the catarrhal reaction

e The named viruses evoke prominent nasal secretion.

e The catarrhal reaction occurs with acute mucosal inflammation.

e Secretion and tissue swelling develop together in the acute stage.

Viral trigger —> Inflamed mucosa —> Profuse catarrh




Mucosal erythema 1s a prominent early finding

e The nasal mucosa becomes visibly red during the initial acute stage.

e Redness is part of the same inflammatory pattern as edema and thickening.

e Erythema documents active mucosal change, not an etiologic species.

Nasal airway
(schematic) Reddened mucosa

Schematic — not histology




Edema makes the nasal mucosa thicker

e The mucosa as edematous and thickened.

e Swelling occupies space within the nasal cavity.

e Reduced luminal space connects tissue pathology with obstructive symptoms.

Nasal airway
(schematic)

Schematic — not histology

Thickened / edematous
lining




Turbinate enlargement adds to the obstruction

e Turbinates become enlarged in the acute stage.
e Their enlargement occurs alongside diffuse mucosal swelling.

e Together these alterations narrow the nasal airway.

Nasal airway
(schematic) ) Swollen turbinates

Schematic — not histology




Nasal cavities become narrower

e Narrowed cavities are an explicit gross finding in acute infectious rhinitis.
e Both swollen lining and enlarged turbinates contribute anatomically.

e This is the morphologic basis for impaired nasal airflow.

Nasal airway
(schematic) ) & Reduced airway space

Schematic — not histology




Catarrhal discharge 1s an exudative phenotype

e The initial discharge is profuse and catarrhal.

e Catarrhal denotes the mucus-rich secretion accompanying mucosal inflammation.

e The early discharge does not by itself establish bacterial superinfection.

Mucosal inflammation — Mucus-rich secretion — Catarrhal discharge




Inflammation alters tissue and surface secretions

e Tissue compartment: Thickening, edema, erythema.

e Airway compartment: Narrowing and turbinate enlargement.

e Surface compartment: Profuse catarrhal discharge.

Mucosa Lumen

Turbinates Secretions




The nasal phenotype links morphology to symptoms

e (Catarrhal secretion is clinically expressed as nasal discharge.

e Mucosal and turbinate swelling provide a basis for congestion.

e These manifestations arise from tissue responses, not from an identifying histologic lesion.

Edema + secretion — | Nasal lumen compromise |— Discharge + congestion




A causal map of early viral rhinitis

e Acute viral infection precedes the mucosal inflammatory reaction.

e Redness and edema describe the mucosal component.

e Turbinates enlarge, cavities narrow, and secretions increase.

[ Acute viral process }

—— T

Edema / redness

Enlarged turbinates

Catarrhal discharge




Acute morphology is a constellation—not one sign

e No single gross finding described is unique to the common cold.

e |nterpret simultaneous redness, edema, narrowed cavities, and discharge.

e Neighboring allergic rhinitis can also produce edema, erythema, and mucus.

-

Acute infectious: Viral origin Allergic: Hypersensitivity origin

Catarrh and edema Edema, erythema, mucus




The earliest stage 1s described morphologically

e |nitial acute disease: Mucosa red, thickened, and edematous.

e Turbinates enlarge and nasal lumina narrow.

e Profuse catarrhal secretions accompany these local changes.

Viral onset — | Acute mucosal changes |— Catarrh / obstruction




Local extension may involve the throat

e Rhinitic changes ¢

an spread to produce pharyngotonsillitis.

e This represents contiguous upper-airway involvement.

e Pharyngeal extension is not identical to bacterial superinfection.

Nasal cavity

— Pharynx —

Contiguous upper-airway compartments (schematic)

Larynx




Rhinitis and pharyngotonsillitis describe sites

e Rhinitis identifies nasal mucosal inflammation.

e Pharyngotonsillitis identifies inflammation involving pharynx and tonsils.

e One acute upper-airway process can involve both locations.

-

Rhinitis Pharyngotonsillitis
Nasal mucosa Pharynx + tonsils

Catarrhal discharge Local extension




Bacterial superinfection intensifies inflammation

e Bacteria as a secondary event.

e When superinfection occurs, the inflammatory reaction is enhanced.

e The character of the exudate may evolve beyond simple catarrh.

Viral inflammation — Secondary bacteria — Stronger reaction




Mucopurulent discharge signals a changed exudate

e Secondary bacterial infection can produce mucopurulent exudate.

e This is contrasted with the initial profuse catarrhal secretion.

e The source does not attribute this exudate to any particular bacterium.

-

Initial illness With superinfection

Catarrhal discharge Mucopurulent discharge




Suppuration 1s a possible—mnot obligatory—change

e A suppurative exudate can sometimes occur with bacterial superinfection.

e |tis presented as an alternative to mucopurulent exudate.

e Do not treat suppuration as a routine feature of uncomplicated viral rhinitis.

Superimposed infection — More intense reaction —>  Sometimes suppuration




Exudate descriptors have different meanings

e Catarrhal: Predominant pattern in the primary viral illness.

e Mucopurulent: Described after secondary bacterial infection.

e Suppurative: An occasional form of enhanced inflammatory exudate.

Context Described exudate
Primary viral episode Profuse catarrhal
Secondary bacterial event Mucopurulent

Occasional enhanced reaction Suppurative




Avoid a false shortcut from appearance to species

e The text associates bacterial superinfection with altered exudate.

e |t does not supply an organism-specific appearance or diagnostic accuracy.

e Thus morphology suggests a process; It does not microbiologically type the cause.

-

What the source supports What it does not establish

Change in exudate Species identification




Uncomplicated and complicated courses diverge

e Many acute viral rhinitis episodes clear quickly.

e Some cases extend locally to the pharynx or tonsils.

e Bacterial superinfection creates a second inflammatory pathway.

[ Acute infectious rhinitis }

—— T

Rapid clearance Pharyngotonsillitis Bacterial superinfection




Spontaneous clearance 1s typical

e That infections usually clear rapidly.

e |ts seven-day aphorism communicates the self-limited course.

e The passage does not provide individual prognostic thresholds or treatment comparisons.

Acute onset —> Mucosal reaction —> Rapid resolution




The textbook aphorism 1s qualitative

e The statement “a week if treated, 7 days if ignored” is deliberately humorous.

e |ts point is that an uncomplicated common cold is often short-lived.

e |tis not a clinical trial or a precise duration prediction for each patient.




The common cold has no described specific biopsy signature

e Acute gross mucosal changes rather than an acute microscopic grading scheme.

e The excerpt does not describe diagnostic immunohistochemistry or molecular pathology.

e Native schematics in this lecture illustrate anatomy—not observed histology.

Nasal airway
(schematic) Uninflamed illustration

Schematic — not histology




Interpret red, edematous nasal mucosa as inflammation

e Reddening and edema are direct morphological observations.

e Neither observation alone distinguishes infectious from allergic rhinitis.

e Etiologic interpretation requires the wider clinical and source-defined context.

Nasal airway
(schematic) Reddened mucosa

Schematic — not histology




The swollen turbinate 1s an anatomic clue

e Turbinate enlargement is specifically described during acute infectious rhinitis.

e |ts position within the airway makes the narrowed cavity visible conceptually.

e A schematic is preferable to inventing a histologic image.

Nasal airway
(schematic)

QY @

Schematic — not histology

Swollen turbinates




Airway narrowing explains clinical impact

e A widened mucosa occupies some of the nasal passage.

e Enlarged turbinates leave less patent space.

e The combination explains why a common viral process can be troublesome without being
destructive.

Nasal airway
(schematic) ) & Reduced airway space

Schematic — not histology




Superinfection 1s recognized as a process change

e The initial disease is described as viral and catarrhal.

e Subsequent bacterial involvement enhances the inflammatory response.

e Mucopurulent or suppurative exudate fits this source-defined evolution.

Viral catarrh — | Bacterial superinfection |— Altered exudate




A localized cold can broaden its anatomic territory

e Primary location: Nasal cavity.

e Contiguous spread: Pharynx and tonsils.

e Separately, rhinitis may precede sinusitis in adjacent anatomical spaces.

Nasal cavity — Pharynx — Larynx

Contiguous upper-airway compartments (schematic)




Acute rhinitis 1s not synonymous with chronic rhinitis

e Acute infectious rhinitis is described as usually rapidly resolving.

e Chronic rhinitis follows repeated microbial or allergic episodes.

e The latter may develop superimposed bacterial infection and persistent tissue injury.

-

Acute infectious Chronic
Typical rapid clearance Repeated episodes

Acute edema / catarrh Surface injury / mixed cells




Chronic rhinitis introduces epithelial damage

e |n chronic rhinitis, superficial epithelial desquamation or ulceration is common.

e The infiltrate may include neutrophils, lymphocytes, and plasma cells.

e These findings belong to the chronic section, not automatically to every cold.

Chronic lesion Source-described feature
Epithelial surface Desguamation or ulceration

Inflammatory infiltrate Neutrophils, lymphocytes, plasma cells




Impaired drainage favors persistent infection

e A deviated nasal septum can impair secretory drainage.

e Nasal polyps can also obstruct drainage pathways.

e These alterations contribute to microbial invasion in chronic rhinitis.

Drainage impairment —> Retained secretions —> Microbial invasion




Acute and chronic rhinitis differ in evidence

e Acute: Viral causes, catarrh, swollen red mucosa, rapid resolution.

e Chronic: Repeated inflammation, bacterial infection, surface desquamation/ulceration.

e The distinction is etiologic, temporal, and morphologic.

Dimension Acute infectious Chronic
Pattern Usually brief Repeated episodes
Source emphasis Edema + catarrh Surface injury

Secondary bacteria May occur Often superimposed




Allergic rhinitis begins without a viral trigger

e Allergen hypersensitivity as the initiating event.

e Examples include pollens, fungi, animal allergens, and dust mites.

e The causal category differs from the virus-initiated common cold.

[ Allergen exposure }

—— T

Plant pollen Animal allergens Dust mites / fungi




IgE mechanisms distinguish allergic rhinitis

e Allergic rhinitis is an IgE-mediated immediate hypersensitivity disorder.

e Early and late phases of the allergic response.

e The cellular infiltrate is eosinophil-rich.

Eosinophil-rich

Allergen IgE-mediated response ) )
eree — & P — inflammation




Clinical morphologies overlap despite different causes

e Both acute infection and allergy may cause mucosal edema and erythema.

e Both can increase mucus production.

e Shared morphology should not erase the distinction between viral infection and IgE-
mediated hypersensitivity.

-

Infectious rhinitis Allergic rhinitis
Multiple viruses IgE hypersensitivity

Profuse catarrh Eosinophil-rich infiltrate




Eosinophil-rich inflammation 1s an allergic clue

e Robbins explicitly describes eosinophils in allergic rhinitis.

e The infectious-rhinitis paragraph does not give a corresponding acute cellular profile.

e Do not invent a microscopy-based cold diagnostic rule from this comparison.
Entity Supported morphologic detail
Allergic rhinitis Eosinophil-rich infiltrate

Infectious rhinitis Acute gross edema, erythema, catarrh




Nasal polyps can follow recurrent rhinitis

e Recurrent rhinitis can produce focal mucosal protrusions.

e These lesions may project into the nasal airway.

e Their presence represents a structural consequence rather than the initial viral cold lesion.

Recurrent rhinitis — Mucosal protrusion — Nasal polyp




Polyp pathology 1s not the same as acute catarrh

e Polyps show edematous loose stroma and altered mucus glands.

e Inflammatory cells may include eosinophils, neutrophils, and plasma cells.

e This is the separately described polyp pattern, not a diagnostic micrograph of acute rhinitis.

Polyp component Morphology
Stroma Loose, edematous
Glands Hyperplastic or cystic

Inflammatory cells Eosinophils, neutrophils, plasma cells




Polyps can compromise both airway and sinus drainage

e Large or multiple polyps may obstruct nasal airflow.

e Polyp-related obstruction can impair sinus drainage.

e This connects repeated nasal disease to later anatomical complications.

[ Large or multiple polyps }

4/\»

Airway encroachment Poor sinus drainage




Most acute sinusitis 1s preceded by rhinitis

e Robbins explicitly links many episodes of acute sinusitis to prior rhinitis.

e |nflammatory swelling can impair sinus outflow.

e Sinus inflammation belongs to an adjacent compartment and should be identified separately.

Rhinitis — Mucosal edema — Poor sinus drainage




Impaired drainage can amplify sinus disease

e Edema reduces the effectiveness of sinus drainage.

e The source describes possible empyema of the sinus.

e The relationship is a complication pathway—not an inevitable result of a cold.

Outflow obstruction —> Sinus inflammation —> Possible empyema




Sinusitis has uncommon but serious extensions

e The sinusitis section describes potential extension into the orbit.

e Bone involvement can lead to osteomyelitis.

e Further spread may involve the cranial vault and dural venous sinuses.

[ Complicated sinusitis }

—— T

Orbital spread Osteomyelitis Intracranial spread




COVID-19 belongs 1n the differential

e SARS-CoV-2 infection may produce upper respiratory symptoms overlapping a common cold.

e Taste and smell disturbances may accompany COVID-19.

e Cough from lower respiratory involvement and fever are additional described features.

-

Common cold COVID-19
Upper-airway symptoms Overlapping UR symptoms

Catarrhal rhinitis Taste/smell change, cough, fever




Symptom overlap prevents categorical discrimination

e A common cold and COVID-19 can both have upper respiratory manifestations.

e The additional manifestations are not described as absolute criteria.

e The source excerpt does not provide a definitive diagnostic testing algorithm.




A four-way conceptual diagnostic comparison

Infectious: Acute viral disease with catarrhal discharge.
Allergic: IgE-mediated disorder with eosinophil-rich response.

Chronic: Repeated episodes, altered drainage, epithelial injury.

COVIN-19- Overlannine 1inner resniratorv symntoms with additional nonssihle manifestations.

Process Discriminating emphasis
Acute infectious Viruses; catarrh; rapid clearance

Allergic Allergen / IgE / eosinophils

Chronic Repeated disease; injury

COVID-19 Taste/smell change; cough; fever may occur




Case 1: An uncomplicated acute presentation

e A patient has recent nasal discharge with swollen, red nasal mucosa.

e The turbinates are enlarged and nasal passages narrowed.

e Teaching question: Which morphologic features support acute infectious rhinitis?

Discuss the reasoning before revealing the answer in speaker notes.




Case 2: The exudate changes

e A viral rhinitis episode initially produces profuse catarrh.

e Subsequently the inflammatory reaction intensifies and the exudate becomes mucopurulent.

e Teaching question: What additional process should be considered?

Discuss the reasoning before revealing the answer in speaker notes.




Case 3: Recurrent rather than acute disease

e Episodes recur and secretions drain poorly in the setting of nasal polyps.

e Surface epithelial desquamation and mixed inflammatory cells are described.

e Teaching question: Which adjacent Robbins category better fits this pattern?

Discuss the reasoning before revealing the answer in speaker notes.




Case 4: Shared edema, different mechanism

e A rhinitis episode follows exposure to an allergen.

e The inflammatory tissue infiltrate is eosinophil-rich.

e Teaching question: Which mechanism differentiates this from a cold?

Discuss the reasoning before revealing the answer in speaker notes.




Case 5: Upper respiratory overlap

e A patient has cold-like upper airway symptoms with taste disturbance, cough, and fever.

e These additional findings in COVID-19.

e Teaching question: What differential diagnosis must remain under consideration?

Discuss the reasoning before revealing the answer in speaker notes.




Case 6: Rhinitis precedes a sinus complication

e Rhinitis is followed by impaired sinus drainage.

e Mucosal edema narrows the outflow pathway and sinus infection develops.

e Teaching question: What mechanism connects the two disorders?

Discuss the reasoning before revealing the answer in speaker notes.




Integrating the disease in one causal schema

e |nitiation: Several respiratory viruses trigger acute nasal inflammation.

e Local response: Redness, thickening, edema, turbinate enlargement, catarrh.

e Qutcome: Rapid clearance is usual; Pharyngeal spread and bacterial superinfection are
possible.

[ Acute viral rhinitis }

—— T

Mucosal reaction Rapid clearance Secondary changes




Distinguish mechanisms from consequences

e Viral cause is the initiating condition in the common cold.

e Edema and catarrh are inflammatory manifestations, not independent etiologies.

e Pharyngotonsillitis, bacterial superinfection, and sinus involvement are potential extensions.

Level Example
Cause Respiratory viruses
Tissue response Edema, erythema, catarrh

Possible extension Pharyngotonsillitis / superinfection




Questions to carry into clinical practice

e What feature indicates an acute viral mucosal reaction rather than a chronic epithelial
injury pattern?

e \What exudate change suggests superimposed bacterial infection?

e Why does similar nasal edema not establish a shared cause between infection and
allergy?




Synthesis: What Robbins establishes

e The common cold is a typically rapidly clearing, virus-mediated nasal inflammatory disorder.

e Acute gross changes are red, swollen mucosa, enlarged turbinates, narrowed cavities, and
catarrh.

e Recognize secondary bacteria, local extension, and overlap with allergic disease or COVID-19.

Viral disease — | Acute nasal morphology | — Course / differential




Source and interpretation boundaries

Primary source: Robbins, Cotran & Kumar, Pathologic Basis of Disease, 11th ed. (2026),
Chapter 16, Head and Neck.

Core infectious-rhinitis passage: page 672; comparisons draw on adjacent nasal inflammatory
sections (pages 672—673).

Diagrams are original editable schematics; the supplied source does not include reusable
acute-rhinitis photomicrographs.

Clinical testing thresholds, pathogen assays, and treatment recommendations are outside the
source excerpt.
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